In 1959, one of the authors (KH)' reported (fig 1) . These were associated with a mild hypotonia at the wrists and hands. The fingers showed asynchronous, irregular, and fine tremors upon extension. The deep tendon reflexes were all symmetrically normal, without Babinski's sign. Ataxia, extrapyramidal signs, sensory disturbances, Horner's sign, and abnormalities in sweating and urination were all absent.
LaboratorY data The plain cervical spine radiographs showed no abnormalities. The cerebrospinal fluid was normal. Queckenstedt's test was negative. Needle electromyography showed neurogenic changes in the atrophic muscles, more marked on the left. Peripheral motor nerve conduction velocities were normal in the four extremities. A biopsy specimen of the left flexor carpi ulnaris muscle showed neurogenic changes. Myelography disclosed a slightly decreased anteroposterior diameter of the lower cervical cord. Progress note The signs and symptoms had remained unchanged from August, 1980 until September, 1982 at the age of 38, when he developed a dry cough. He was admitted to the Department of Medicine, Matsudo City Hospital, with the diagnosis of a mediastinal tumour. On October 6 he developed neurological symptoms due to cerebral metastases shown on a CT scan. Chemotherapy was started on October 29. His cerebral symptoms progressed further in November and he expired on December 6. In the meantime, 99Tc bone scanning of the whole body had demonstrated abnormal uptake areas in the left 12th rib, the 5th lumbar vertebra, and the right hip joint. Lymph node biopsy through a mediastinoscope suggested a squamous cell carcinoma.
Neuropathologicalfindings
The necropsy was performed 4 hours after death. General pathology revealed that the left upper pulmonary lobe contained a primary adenocarcinoma. The aorta showed no atheroma except at the bifurcation nor thickening of the wall throughout its entire length. The heart was normal. The intra-and extra-medullary vascular system of the spinal cord showed no abnormalities. In cases with long survival of an attack of acute anterior poliomyelitis, such as those described by Peers,'5 one expects to see destruction of gray matter proportional to the loss of neurons and dense fibrous gliosis. In contrast, the usual clinical manifestations Juvenile focal cervical poliopathy and the constancy of the levels affected in this disease, along with the relatively mild gliosis seen in our present case, bear no resemblance to the patterns seen in cases of previous poliomyelitis.
A tumour, a syrinx, or even a traumatic lesion in the lower cervical cord can cause muscular atrophy with a similar distribution to that seen in the present disease. However, the present necropsy study did not show such lesions. As for trauma, not only major cervical spinal injuries'6 but also such minor injuries sustained in stretching the arms"7 or dressing'8 may induce cord lesions. In such cases, tetraparesis will rapidly develop, and the lesions are most marked at C6, involving not only the anterior horns but also the adjacent white matter, including the anterior funiculi, parts of the lateral funiculi, and the anterior portion of the posterior funiculi.'6- ' myelopathy an over-stretch mechanism associated with compression of the dura and cord against the vertebrae during neck flexion. These hypotheses are interesting when considering the pathogenesis of the present disease, but these lesions, different from our case, involve the white matter, producing long tract signs.
The pathological findings in the present case certainly differ not only from those of other disorders but also from those of reported cases of spinal vascular disorders; but they still seem to suggest a circulatory insufficiency in the lower cervical cord as the most likely pathogenesis. As long as the underlying aetiology remains unknown this disease may be referred to clinico-pathologically as "juvenile focal cervical poliopathy."
